The degreasing process in the factory had usually been maintained by the patient alone, and sometimes assisted by the factory manager. The degreasing was carried out for 5-6 hours a day, 6 days a week, and the cleaning of the trichloroethylene bath took about 15 minutes, once a day, twice a week. Trichloroethylene used in the factory was analyzed by gas chromatography, and its purity was more than 99% . Concentrations of trichloroethylene in the air of the workplace were measured when the factory manager was degreasing the metal screws. The air samples were collected in 5-liter Tedlar bags at the positions indicated in Fig. 2 . The samples were analyzed by FID gas chromatography, and the results are shown in Table 1 . The concentrations in the breathing zone of the worker while bending over the bath were very high (579 and 792 ppm), while the concentration about 10 cm below the upper rim of the bath was much higher (2099 ppm). The worker unavoidably breathed the trichloroethylene vapor Table 1 . Concentrations of trichloroethylene measured by FID gas chromatography about 10 cm or more below the rim while cleaning the bath, and the patient had not worn any respirator or protective gloves. The cooling pipe of the trichloroethylene bath was not provided with water.
Trichloroethylene is well known to have a narcotic effect and to cause multiple cranial nerve lesions, especially trigeminal analgesia.
Severe trigeminal nerve analgesia and multiple cranial nerve lesions caused by trichloroethylene anesthesia have been reported, but these complications were considered to be produced by dichloroacetylene formed in closed circuits with soda lime, and not by trichloroethylene itself.13) However, there have been several reports on peripheral nerve impairment in the extremities due to chronic occupational exposure to trichloroethylene. 5-12) For example, Ohtahara et al.5) investigated 6 workers chronically exposed to high concentrations (420-990 ppm) of trichloroethylene in a dry cleaning factory.
They found paresthesia of extremities in all of them, and emphasized that peripheral nerve involvement might be important in chronic trichloroethylene poisoning. Shimizu et al.9) reported a male worker, 48 years old, who had been exposed to trichloroethylene for about 10 years, and who had developed paresthesia and muscle weakness in the extremities, spontaneous pain in the lower extremities and hyperesthesia around the mouth, and that EMG examination revealed a remarkably decreased NMU and a high amplitude action potential at full voluntary contraction.
However, pathohistological findings of the peroneal nerve showed only a slight axonal degeneration in contrast to the severe clinical signs. Tanabe et al.14) exposed rats to 2000 ppm trichloroethylene, 8 hours a day, 6 days a week for 16 weeks. The nerve conduction velocity in tail was impaired after 14 and 16 weeks, but the impairment was much less severe than that caused by n-hexane.
From these reports, it can be inferred that the peripheral nerve impairment caused by trichloroethylene is less severe than that occurring in n-hexane polyneuropathy15) but accompanied by more severe central nervous system involvement. However, it can be considered that peripheral nerve impairment is one of the important signs in chronic trichloroethylene poisoning.
